Although paroxysmal cold haemoglobinuria (PCH) is relatively uncommon, it was the first autoimmune haemolytic anaemia to be described (Donath and Landsteiner, 1904) . Indeed, the discovery of this disorder constituted the foundation of immunohaematology, and the laboratory test for its diagnosis, the Donath-Landsteiner (DL) reaction, was the first immunohaematological test ever to be described.
In the earlier period of its history, PCH usually occurred as a chronic complication of syphilis. Syphilis is, however, not as common as it used to be so that, in recent years, PCH occurs more often as a transient sequel to certain virus infections, eg, chicken pox (Kaiser and Bradford, 1929) , measles (Dacie, 1954; O'Neill and Marshall, 1967) , mumps (Colley, 1964) , and an 'influenza-like' illness (Nelson and Nicholl, 1960 ). An example of PCH has been reported which followed prophylactic immunization against measles (Bunch et al, 1972) . Some examples of PCH are classified as idiopathic and may be transient or chronic (Dacie, 1962) . They are usually associated with fever of obscure origin.
The serology of PCH is still essentially the same as that described by Donath and Landsteiner (1904) except for two additional features which were demonstrated later. The direct antiglobulin (Coombs) test is positive, and the antibody almost invariably has the specificity anti-P (Worlledge and Rousso, 1965; Mollison, 1972) (Schubothe and Haenle, 1961) . Antibody binding in the non-syphilitic type may occur at temperatures as high as 32°C (Ries et al, 1971) , whereas it usually occurs below 20°C in the syphilitic type. Furthermore, the antibody is usually persistent in the syphilitic type of PCH, whereas it is often transient in non-sypbilitic PCH.
In our region, the incidence of PCH has previously never been more than one case in 12 months. We here report three patients studied between 2 and 17 February 1975. CASE 1 JB, a 9-year-old boy, was admitted on 11 February 1975 complaining of back pain and the passage of dark red urine. There was no significant past history. On 3 February he had developed an 'influenzal' illness for which he received a course of co-trimoxazole. On 10 February there was increasing malaise, anorexia, right loin pain, and dark red urine. He was pale and slightly icteric; there was nothing else abnormal.
Investigations
On admission: Hb 10-1 g/dl; Hct 0-2; MCHC 34 0 g/dl; WBC 6-7 x 109/l; differential count normal; reticulocytes 1-0%; blood film-occasional fragmented red cells and spherocytes; urine-dark red, no red cells present, methaemoglobin present; blood urea 9-6 mmol/l; serum bilirubin 32 ,umol/l; liver function tests normal.
Further investigations: The DL antibody in each of our patients was typically anti-P; it was transient in two (CI and KB) and persistent in one (JB). A few examples of PCH have, however, been described in which the DL antibody apparently had specificities other than anti-P, eg, those of Weiner et al (1964 ), Bell et al (1973 , and Wishart and Davey (1973) . The antibody of Bell et al (1973) was anti-I, and in the other two examples specificity was not established. We wonder if these were true DL antibodies. It is possible that, in some cases, cold autoagglutinins such as anti-I or anti-i may have been present in addition to a DL antibody, for example, the cases of Stewart and Friedlander (1957) , Bell et al (1973) , Wishart and Davey (1973) , and Djaldetti et al (1975) .
The cases of Stewart and Friedlander (1957) and Bell et al (1973) were associated with primary atypical pneumonia (Mycoplasma pneumoniae infection) in which anti-I is usually present, and the case of Wishart and Davey (1973) was associated with infectious mononucleosis in which anti-i is often present. The antibodies in all three of these cases were strongly haemagglutinating. A similar example was reported by Neely et al (1951) , who believed, probably correctly, that the DL test was falsely positive. In the case of Malley and Hickey (1949) , described as PCH of the non-syphilitic type, the DL test was negative. This was probably an example of transient cold agglutinin disease. The term PCH has been used to include cold agglutinin disease, for example, by van Loghem et al (1963) . This practice may confuse clinicians and should be avoided; we suggest the term PCH should be confined to the condition caused by DL antibody. Although the DL antibody is held to be both haemolytic and haemagglutinating (Dacie, 1962) , we doubt if DL antibodies are ever haemagglutinating, except in the sense mentioned in the introduction to the present paper.
The antibody described by Weiner et al (1964) was later said to be anti-HI (Mollison, 1972 pp cells than on P-positive cells so that its relatively strong action on pp cells cannot be ascribed to an anti-HI effect. We tested the red cells of Weiner's pp donor and found H, I, and i antigen strengths to be normal. The ABO, H, I, i, and P systems are known to be interrelated (Allen et al, 1974; Bird, 1975) , so that the specificity of some DL antibodies may well 'cut across' these systems. The DL antibody described by Engelfriet et al (1971) was possibly anti-p and, in retrospect, the antibody of Weiner et al (1964) was possibly an antibody with similar specificity. We suggest that, in future investigations of PCH, DL antibodies with atypical specificity should be carefully investigated for possible interrelationship with the P system. We are also inclined provisionally to confine the definition of the classical or DL type of PCH as a haemolytic anaemia caused by a bithermic complement-fixing Ig(G autoantibody (autohaemolysin) which has specificity, usually anti-P, within the P blood group system. 
